INTRODUCTION
In order to elucidate further the mechanism of the alkalosis observed during the alkali treatment of peptic ulcer, a detailed study of mineral excretion following the administration of relatively nonabsorbable antacids seemed desirable. Hence, an investigation of the influence of calcium carbonate on mineral excretion in man was undertaken, and its action compared with the effects of aluminum hydroxide and aluminum phosphate, two nonabsorbable compounds.
METHOD OF STUDY
Studies were carried out in 2 adult men and one female with peptic ulcer, in all of whom previous observations had indicated renal function to be satisfactory. A special metabolic ward and nursing staff were utilized. The patients were maintained on special ulcer diets (Tables  I and II) , without change, during the entire experiment. Chloride-free distilled water was used for drinking purposes. The daily fluid intake averaged approximately The calcium content was determined by first boiling the sample with concentrated nitric acid and potassium permanganate. After cooling, the mixture was diluted with distilled water to 100 (or 200) cc. volume and adjusted to the proper pH (4.6 to 5.2), using Brom Cresol green as indicator. The procedure then followed was the same employed for blood serum (1). (2) as adapted for the Evelyn photoelectric colorimeter. In Cases A. K. and W. G., the samples of feces were ashed in a muffle furnace and the analyses then carried out as above.
In Case A. K., the sodium content of the feces was measured by the following procedure: 20 cc. of ferric sulphate and 3 cc. of concentrated sulphuric acid were added to 10 gram samples. The mixtures were dried in an oven and then ashed in a muffle furnace. The ash was taken up in 10 cc. of distilled water and 3 cc. aliquots were analyzed for sodium by the method employed for blood (3) .
The potassium content of the feces in Case A. K. was determined as follows: 2.0 gram samples of feces were dried in an oven and then ashed in a muffle furnace. The ash was taken up in 10 cc. of distilled water and 1.0 cc. aliquots were analyzed by the procedure used for blood (4) .
Twenty-four hour collections of urine were obtained throughout the study. The urine was voided directly into a bottle containing toluene as a preservative and a layer of mineral oil to prevent the escape of CO2 (5). The urine was kept in an icebox and analyzed at the end of each collection for the following: (a) pH, using the Beckman pH meter, (b) chloride (6), (c) calcium, (d) phosphate, and (e) amino-nitrogen plus ammonium salts (7). 8 The sodium content of the urine in Case A. K. was measured by the same technique employed for blood, modified as to the volume used; ferric salt was added in amounts sufficient to prevent interference by phosphates. The urinary potassium was determined as follows: 2.0 cc. samples of urine were ashed in a muffle furnace and the ash taken up in 10 cc. of distilled water; 2.0 cc. aliquots then were concentrated and analyzed by the method employed for blood.
Simultaneous studies were made of the serum electrolytes. Venous blood drawn under oil was utilized for the following analyses: chloride, CO2 (8) , pH (9), calcium, and phosphorus. Oxalated blood was used for the measurement of the blood urea nitrogen (10) . The following 3 Referred to in the text as "ammonia" for the purpose of simplicity. additional data were obtained in Case A. K.: cell volume, serum water (11) , blood sodium, potassium, and total base (12) , and the urea clearance (13) .
After control values had been established, the effects of calcium carbonate, aluminum phosphate, and aluminum hydroxide were studied in individual periods. A 4 to 5 day interval for adjustment to the added medication was allowed prior to the analyses. Calcium 
RESULTS
The complete data are recorded in Tables III  and IV.   DISCUSSION (1) Calcium carbonate The ingestion of 400 m.eq. daily, as calcium carbonate, was roughly accounted for by increase in total outgo, almost entirely in the stools. The increase in excretion in the urine was, for the patient A. K., only 7.3 m.eq., and for the other 2 patients, C. D. and W. G., 13.9 m.eq. and 14.1 m.eq., respectively. As was to be expected with the large addition to calcium excretion in the stools (15) , there was an increase of HPO4 in the feces. For A. K. and W. G., the outgo in the stools was about double the fore-period values. These increments were, however, somewhat more than offset by a decrease in the removal of HPO4 in the urine. The increase in calcium and decrease in HPO4 excretion in the urine together markedly reduced the requirement for ammonium production as noted in Table III . Other compounds of acidbase excretion, however, are related to the change in ammonium production. For the patient A. K., a small increase in Na and decrease in Cl, and a considerable reduction of K, were found. The re- (16, 17) . The changes in mineral excretion induced bycalcium carbonate occurred within 24 hours after the addition of the alkali to the regimen. Mineral excretion returned to original levels almost equally soon after the discontinuation of calcium carbonate therapy.
The use of calcium carbonate did not alter the electrolyte constitution of the blood plasma (Table IV).
(2) Aluminum phosphate The ingestion of 35 m.eq. HPO4 as aluminum phosphate caused a roughly equivalent increase in the stools and had no appreciable effect on HPO, output in the urine. Calcium excretion in the stools was to a slight extent reduced. There was no appreciable change in the calcium output in the urine. Some increase in chloride and, also, ammonium excretion in the urine was found. A relationship of these changes to phosphate ingestion was not apparent. No alterations were noted in the electrolyte components of the blood plasma.
(3) Aluminum hydroxide Aluminum hydroxide caused a considerable increase in HPO, excretion in the stools, as demon-strated by the data from the two periods of study. This finding is in agreement with the results obtained by other workers (18) . A roughly equivalent decrease of the excretion of HPO4 in the urine was found and, along with it, the to be expected reduction of ammonium. For patient C. D., this was exactly equivalent to the decrease of HPO4. The total outgo of HPO4 was not increased. Aluminum hydroxide did not alter the electrolytes of the blood plasma, thus confirming previous observations (19) . CONCLUSION The ingestion of calcium carbonate, aluminum phosphate, or aluminum hydroxide, in the quantities used in the treatment of peptic ulcer, places no appreciable burden on the processes of acidbase metabolism. The necessary adjustments of acid-base excretion are relatively small and are accomplished with a remarkable precision.
The electrolyte constitution of the blood plasma is not disturbed.
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